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within mecI [11, 12] . It was also negative in a S. vitulinus strain, which was mecR1-negative by array hybridisation.
Associations of virulence factors with mobile genetic elements (MGEs) conferring drug resistance have been observed in E. coli [13, 14] and enterococci [15] , but in staphylococci, the connection of PSM-mec to SCCmec is rather unique [2] . PSM-mec can be found in diverse staphylococcal species, and these staphylococci originated from different host species. This suggests that the effects of PSM-mec are rather independent from genomic background and that they are not restricted to specific hosts, although further functional studies on that issue are required.
A variety of SCCmec elements have been identified [4] . Similar to other MGEs, they undergo evolutionary changes independent of their hosts [16] and may compete against other elements with similar properties and integration sites. Resistance-associated MGEs provide an advantage only in the presence of antibiotics. Otherwise, they can even be disadvantageous [17, 18] . Thus, for such an element it is necessary to ensure its maintenance in the absence of selective pressure, e.g., if an antibiotic therapy was discontinued. It can evolve to cause no or only minimal disadvantage in the absence of antibiotics, as it is the case for SCCmec type IV [17, 18] , to impose a selective pressure by itself [19] or, alternatively, to encode a factor conferring a selective advantage independently of the presence of antibiotics. Since experimental data show an influence of PSM-mec on virulence and/or biofilm formation [2, 20] , its presence might be a key factor for the evolutionary success (i.e., the pandemic spread and abundance) of SCCmec II and III elements and their host strains such as ST239-MRSA-III and ST5/ST225-MRSA-II.
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